It is now 30 years since Lund 1 first described the abnormally small uncrossed retinotectal pathways of albino rats. The subsequent discovery of a similar abnormality in the retinogeniculate pathways of Siamese cats 2 was broadened in 1971 by CreeP into a generalisation about all mammals homozygous for a mutation at the albino locus. He based his generalisation on the fact that Siamese cats are homozygous for an allele at this locus. This proposed generalisation was rapidly confirmed for several different mammalian forms, including rabbits, 4 mice, s mink, 6 ferrets? guinea pigs, S monkeys 9 . l 0 and tigers. ll Strictly speaking it was only one tiger, one of the 'white' tigers that can now be seen in several zoos, and it was not an albino tiger, but a chinchilla tiger. That is, this animal, like the Siamese cat, was homozygous for an allele at the albino locus, and its lateral geniculate nucleus showed an abnor mal lamination that was comparable to an abnorm ality of geniculate lamination previously described for Siamese cats 2 and there readily ascribed to the abnormally small uncrossed pathway. In the visual cortex the situation is more com plex,z 4 , 2 7 It has been found that in some Siamese cats the geniculocortical projection has an essentially normal topography. In these cats it appears that the cortex is unable to process the afferent messages that are bringing two mirror reversed, contradictory projections from the lateral geniculate nucleus.
CHARACTERISATION OF THE GENETIC BASIS OF THE PATHWAY ABNORMALITY IN HUMAN AND OTHER ALBINO MAMMALS
There are but few cells in the cortex of such cats that respond to images falling on the temporal retina, and behaviourally these cats are blind in the whole temporal retina,z 8 , 2 9 not just in the segment that is 
